reported-and subsequently Hopkins (1974) described in greater detail-10 asthmatic children who developed asymmetrical weakness and wasting of limb muscles four to seven days after an acute attack of asthma. The condition resembled acute paralytic poliomyelitis, but all patients had been immunized with Salk or Sabin vaccine and there was no rise in poliovirus antibody titre in sera of seven patients. None of the many drugs given for asthma could convincingly be held responsible for the amyotrophy.
Electrophysiological studies were carried out on two patients. One had severe weakness of the right leg, proximal weakness of the left leg, and mild weakness of the left arm. Motor conduction velocity in the left ulnar nerve was reduced to 44 m/s, but was normal (50 m/s) in the ulnar nerve of the unaffected arm. The other patient had paresis and areflexia of the right leg and slight weakness of the left leg. Motor conduction velocity of 'relevant' nerves was normal, but the amplitude of evoked motor responses was ' markedly diminished'. The amplitudes of sensory potentials of nerves not specified by the author were normal.
The clinical and electrophysiological findings in a child similar to the patients reported by Hopkins (1974) Two days after discharge from hospital, five days after onset of the asthmatic attack, she developed weakness of the left arm. She complained of some pain at the front of the left elbow, particularly on extending the joint, some tingling of the left middle finger, and a tickling sensation in the region of the left brachioradialis muscle. These sensations disappeared after two days, but the weakness persisted. There was no pain in the neck or discomfort on moving it and no disturbance of consciousness. On admission to hospital a week after onset of weakness she was found to have almost complete paralysis of the left arm muscles. The left scapula was not winged, but there was some weakness of the left pectoralis major and latissimus dorsi muscles. The only voluntary movement of the left arm was weak flexion of the fingers. The left sternomastoid and trapezius muscles had normal power. The left biceps, supinator, and triceps reflexes were absent. The paralysed muscles felt flabby but were not tender. Muscle power and tendon reflexes were normal in the other three limbs, and the abdominal and plantar reflexes were normal. Sensation was normal to all modalities.
Two and a half weeks after onset of paralysis, wasting of the left deltoid became evident and soon afterwards wasting was obvious in the other paralysed muscles. Nine months after onset of paralysis slow recovery of power began. Abduction at the shoulder became possible and the fingers could be flexed more. Eleven months after onset of paralysis the left latissimus dorsi and pectoralis major were weak and wasted. Abduction at the shoulder was possible to 700 against gravity. The spinati, biceps and brachioradialis, and the flexors of the wrist and fingers had regained some power, but extension at elbow, wrist, and of the fingers was impossible against gravity. The triceps reflex was absent, but the supinator and biceps reflexes were present though diminished compared with their counterparts. There was no sensory abnormality. Nineteen months after onset of paralysis wasting of the muscles persisted ( Fig. 1) The patient was examined 11 and 19 months after 0 onset of paralysis. The findings on both occasions were similar and are given in Table 2 and Fig. 2 . The clinical picture of the 10 patients described by Hopkins (1974) and the present case is uniform. All patients were asthmatics aged 2 to 8 years. Amyotrophy commenced suddenly four to seven days after a severe attack of asthma. The leg muscles were involved in eight patients, the arm muscles in four. All patients had severe and widespread weakness of muscles of one limb. Weakness was confined to one limb in eight patients, but lesser involvement of another limb occurred in two patients and of two other limbs in one patient. Six patients complained of muscular pains and five patients had meningism. No patient had objective sensory impairment. The CSF was examined shortly after onset of paralysis in all 10 patients reported by Hopkins (1974) . Nine specimens had a raised white cell count and eight contained polymorphs. The highest lymphocyte count was 495/mm3 and the highest polymorph count was 75/mm3. Six specimens contained excessive protein, but the highest level was only 61 mg/di. Without pathological information one can only infer the site of the nerve lesion producing the amyotrophy. Hopkins (1974) argues the case for a spinal cord lesion and refers to the disorder as a ' poliomyelitis-like illness'. The CSF findings and the presence of evanescent extensor plantar responses in two patients support a central pathology, but a radicular lesion with extension into the cord in some cases is equally possible. Although the distribution of amyotrophy resembles poliomyelitis, Hopkins (1974) points out that signs of meningism and muscle pain and tenderness were less prominent than in poliomyelitis. He gives little information on the longterm follow-up of his cases, but the course of recovery seen in the present case is very unlike poliomyelitis, with return of tendon reflexes and slow but gradual improvement of muscle power nine months after severe paralysis. Clinically, the lesion seems more likely to be situated in the nerve roots or brachial plexus than in the cord, the sixth and seventh cervical motor roots or the posterior cord of the brachial plexus being more severely affected than other parts. The preservation of sensation both clinically and electrophysiologically is quite compatible with nerve root or plexus lesions bearing in mind the predominance of motor signs in some neuropathies and radiculopathies and in neuralgic amyotrophy.
The nature of the amyotrophy is obscure. Poliomyelitis can be excluded on the grounds that all patients had been immunized against it and that in seven patients tested by Hopkins (1974) 
